INTRODUCTION 53
The striatal network plays a key role in action selection and learning by 54 electrophysiological experiments were performed and thus avoid indirect effects 121 caused by amphetamine (see time line in Fig 1A) . 122
Probably, it is worth mentioning that while neonate-lesioned rats (e.g., PD0- The amount of SST induced reduction of IPSCs is denoted by gray traces 321 and compared in Figure 3B . Note that this modulation appears to be enhanced in a 322 sample of 6-OHDA injured animals when compared to the controls (Fig. 3C , 323 asterisk) as it is explained below. 324 significantly more depressed than the controls, from 49 ± 9 pA to 20 ± 3 pA (n = 13; 335 P < 0.01; cf., black and gray traces in Fig. 3B right) . Thus, SST induced depression 336 of IPSC amplitude in a sample of experiments is significantly larger (gray traces) in 337 DA deprived animals: 36 ± 6% in control/naïve vs. 69 ± 6% in DA deprived subjects 338 ( Fig. 3C ; n = 6; P < 0.04). A representative time course of SST-induced IPSC 339 depression is illustrated in Figure 4A (bar indicates SST application). 340
Representative traces before and during SST are illustrated in Figures 4B1, 2. A 341 summary of SST depressing actions in a sample of neurons from DA depleted 342 striata is seen in Figure 4C (n = 7; P < 0.01). When recordings are normalized to 343 the first IPSC and superimposed, a concomitant increase in the paired pulse ratio 344 (PPR) is disclosed ( Fig. 4G ; n = 7; P < 0.01), suggesting that SST actions are 345 presynaptic in origin in this experimental sample. Because after DA deprivation a 346 sample of IPSCs was depressed and another sample (see below) was enhanced, 347
we then hypothesized that each one of these samples should correspond to 348 IPSC amplitude produced a decrease in the weighted probability of release, P rw , 373 from 0.22 ± 0.03 in the controls to 0.14 ± 0.02 during SST (n = 6; P < 0.05; Fig. 5A ), 374 and a decrease in the number of release sites from N = 14 ± 2 in the controls to 10 375 ± 1 during SST (P < 0.05; Fig. 5A ). Traces from a representative experiment are 376 shown in Figure 5B . In addition, the SST-induced increase in IPSC amplitude was 377 accompanied by an increase in the weighted probability of release, P rw , to 0.42 ± 378 0.02 during SST (n = 6; P < 0.05; 1 µM octreotide (OCT) was used to selectively activate sstr2 and/or sstr3 at 400 these concentrations since there is little expression of sstr5 (Schulz et al. 2000) . 401
This agonist decreased IPSC amplitude by 36 ± 4 % (n = 6; P < 0.05; Fig. 6A ). The 402 reduction in amplitude was accompanied by an increase in PPR of 31 ± 11 % (P <The results were basically the same as those without the antagonist, suggesting 408 that the receptor implied in presynaptic inhibition of feeddback connections is sstr3. 409
In addition, we applied 1 µM L-803 087 trifluoroacetate (TFA), a more 410 selective agonist for sstr1 and/or sstr4 at these concentrations, although with more 411 affinity for sstr4. TFA also reduced IPSC amplitude by 48 ± 6% (n = 7; P < 0.05; 412
Figs. 6B-D) while increasing PPR by 45 ± 22 % (P < 0.05). This result eliminated 413 the simple possibility that each receptor group had a different function. Actions of 414 both agonists were blocked by the unselective sstr antagonist 1µM cyclo-SST in 415 both control and DA deprived striata (not shown). 416
Next, striatal PCR exploration of the expression of SST and its receptors 417 was performed (Fig. 7) . Relative quantification of mRNA was accomplished with 418 respect to sstr2 because this abundant receptor was the only one that did not 419 change in 6-OHDA injured animals as compared to the controls (Galarraga et al. depleted striata: to 225 ± 46 % as compared to the controls (Fig. 1C) . This result 425 coincides with the actions of one tested agonist: OCT (see above), reinforcing the 426 suggestion that sstr3 needs further attention (out of the scope of the present work). . 495
In addition, TFA, the agonist used to test the other group of receptors: sstr1 496 and sstr4, also depressed inhibition. In this second group of receptors, sstr1 isdecreased after DA depletion and it is hard to imagine how antidromic activation of 500
SPNs axons (feedback inhibition) will activate interneurons (feedforward inhibition). 501
On the other hand, sstr4 has larger affinity for TFA, it is localized with sstr2 502 receptors in postsynaptic dendrites (Schulz et al. 2000) , and it cannot be ruled out 503 that may depress inhibition in feedback connections. In conclusion, both sstr3 and 504 sstr4 become suspects to explain the enhanced SST induced presynaptic inhibition 505 among SPNs. 506
In any case, we found possible pharmacological explanations for the 507 depression but failed to find agonists that mimicked the facilitation. of TH immunoreactivity is appreciated in the side ipsilateral to the 6-OHDA 774 injection. TH immunoreactivity is preserved in the non injected side (contralateral). 
